Discussion
The various presentations of craniopharyngioma have been well reviewed', but seizure as a presenting symptom is not mentioned. The incidence of seizure as a symptom of brain tumour2 is low for infratentorial tumours (2.5%) and tumours in the pituitary region (5.7%) when compared with that for supratentorial tumours (50%). In Banna's series' of 67 children with craniopharyngioma, none presented with a focal seizure and only 3 children presented with weakness of one or more limbs. Focal seizures in children are much less frequently associated with brain tumour than late-onset focal seizure in adults. Out of 114 cases of focal seizure in children aged less than 15 years old3, only one was associated with brain tumour and the majority of cases had an unknown aetiology.
The positive yield of skull radiographs for investigating seizures is low, but radiography is useful if it reveals intracranial calcification or signs of raised intracranial pressure. For craniopharyngioma, 94% of the skull radiographs were reported to be abnormal at presentation, either showing calcification or sellar changes or both'. The EEG is useful when it reveals focal slowing and spikes which may point to a structural lesion. In a study of 98 children with chronic seizures4, 38% of those with focal EEG abnormalities had structural abnormalities demonstrated by computerized tomography. The greatest incidence of abnormal computerized tomography in the same study was among patients with focal motor seizures (43%). Despite the high overall incidence of abnormal scans (30%) in that study, only 2% were considered to be of therapeutic significance. However, 2 cases of unexpected tumour were revealed. Even when the initial scan is reported as normal, cases of focal seizure should be followed up regularly as it is not uncommon for a progressive organic lesion only to declare itself later and on subsequent 5 scans .
Moyamoya or 'puff of smoke' is a term used to describe the cerebral angiographic picture of the abnormal vascular collaterals at the base of the brain associated with obstruction of circle of Willis. Moyamoya disease mainly occurs in the young and is more common in Japan, although it is by no means limited to the Japanese. Its aetiology in the majority of cases is not yet established, though its association with neurofibromatosis is well documented. Recently there have been reports from Japan associating the Moyamoya phenomenon with basal brain tumours, including craniopharyngioma6. The Moyamoya phenomenon in such cases is probably secondary to the gradual occlusion of the internal carotid arteries by the basal tumour. Our case presented in the later stage, with the classical signs and symptoms of Moyamoya disease, i.e. acute, recurrent, focal neurological deficit, which may resolve. It is interesting that the transient hemiparesis in our case occurred during crying, which might compromise further the precarious cerebral perfusion by increasing the venous pressure. The coexistence of the Moyamoya phenomenon with the craniopharyngioma did not modify our approach in the treatment of this case, although the Japanese have pioneered surgical techniques to revascularize the cerebrum6. Whilst this case demonstrates an unusual presentation of craniopharyngioma, it emphasizes the need for caution in the management and follow up of children who present with focal seizure. A patient is described who developed a papular rash at the same time as classical clinical manifestations of pancreatic adenocarcinoma. Histologically, the rash was characterized by an absence of dermal elastic fibres. It is suggested that 'eruptive elastolysis' resulted from the release of pancreatic elastase.
Case report A 65-year-old male clerk presented with a 5-day history of progressive jaundice, dark urine and pale stools. During the preceding 5 weeks he had experienced persistent epigastric pain with radiation to the back and a weight l8ss of 8 kg. His past medical history included partial gastrectomy in 1956 for a benign gastric ulcer and essential hypertension for which he was taking methyldopa. An itchy skin rash had been present for 3 days. Examination revealed a ja,undiced man with a blood pressure of 150/100 mmHg. The gallbladder was palpable. There was a profuse eruption on the trunk consisting of monomorphic reddish-yellow papules 0.5-1 cm in diameter ( Figure 1 ). In some areas theseformed confluent sheets. An initial clinical diagnosis of eruptive xanthomata was made. Haematological and biochemical investigations revealed an elevated ESR (30 mm/h Westergren), 0141-0768/86/ 040237-03/$02.00/0 @ 1986 The Royal Society of Medicine Laparotomy revealed an inoperable (7 cm) tumour in the head of the pancreas with metastatic spread to the liver. Foci of haemorrhagic fat necrosis were also noted in the pancreas and omentum. A palliative cholecystojejunostomy and enteroenterostomy was performed and peroperative pancreatic and skin biopsies were taken. The pancreatic biopsy confirmed the clinical diagnosis of invasive adenocarcinoma. The skin biopsy was taken from the chest, measured 2 x 1 x 1 cm and extended to the deep muscle. Histology demonstrated abnormal but poorly delineated areas within the reticular dermis. They contained collagen bundles which appeared thick, homogeneous and eosinophilic (Figure 2 ). Aldehyde-fuchsin-Giemsa staining revealed a total absence of elastic fibres within these areas. Occasional lymphocytes and histiocytes were present, but giant cells and inflammation in relation to elastic fibres was not observed. Small blood vessels in the dermis-appeared normal, but medium-sized vessels were absent from the subcutaneous fat. Frozen sections showed no increase in lipid. The appearance was considered histologically indistinguishable from anetoderma.
Postoperatively the skin lesions resolved within 48 hours, leaving no clinical detectable abnor- reduced 460%) mality. The patient was discharged home but death occurred three months later from carcinomatosis.
The diagnosis of anetoderma is ideally based on exact clinicopathological criteria. Clinical features include a circumscribed area of slack skin with the sensation of dermal loss and a characteristic herniation phenomenon either spontaneously or on palpation. Histologically a loss of elastic tissue is observed in the mid-dermis.
In our patient, the histological appearance of lesional skin was indistinguishable from those reported in anetoderma and reviewed recently by Venencie and Winkelmann1. As well as a loss of elastic fibres, an inflammatory cell infiltrate of variable intensity has been shown to be a constant feature. On this basis, the classical clinical classification ofanetoderma into inflammatory (Jadassohn-Pellizzari) and non-inflammatory (Schweninger-Buzzi) types is now considered to be of historical interest only2. However, as the clinical signs of slack skin and herniation could not be elicited in our patient, the use of the term 'anetoderma' was inappropriate.
Likewise, other focal dermal atrophies considered as a differential diagnosis did not appear applicable.
Although the histological changes in the skin of our patient were similar to those of so-called eruptive collagenoma3, there is considerable debate whether the lesion constitutes a specific entity. It is of interest that Colomb's3 original case was associated with secondary syphilis and may have represented secondary anetoderma. Eruptive collagenoma is histologically indistinguishable from some variants of connective tissue naevus, but the latter is excluded by the rapid onset and age of the patient. The elastic abnormalities in anetoderma and our case could theoretically be caused by a diminished synthesis, increased destruction or a combination of both. Although the cases of Jadassohn-Pellizzari and Schweninger-Buzzi anetodermas were originally considered as primary, numerous associations such as lupus erythematosus and syphilis' have now been reported, the term 'secondary anetoderma' implying that the lesion has occurred in the same site as has another skin lesion. The occurrence of anetoderma in a patient treated with penicillamine for Wilson's disease5 could be related to modified activity of lysyl oxidase, a copper-dependent enzyme that has a role in cross-linking the elastin in elastic fibres.
In our case, it is tempting to speculate that the absence of elastic fibres was a consequence of the release of pancreatic elastase. In acute pancreatitis, elastase is known to damage blood vessels and may be responsible for the haemorrhagic complications6. This would be analogous to the Grey-Turner sign in acute pancreatitis and the association between subcutaneous fat necrosis and pancreatic carcinoma due to the release of trypsin and lipase7. Unfortunately, however, levels of elastase, lipase and amylase were not estimated. Our view is, however, strongly supported by the correlation between the appearance and disappearance of the rash and the respective presentation and treatment of the pancreatic carcinoma. Alpha-1-antitrypsin is known to be the principal anti-elastase in the blood, but the phenotype of our patient is unknown and levels in patients with anetoderma are usually normal or elevated2.
As the principal histological abnormality in our case appeared to be the disappearance of dermal elastic fibres, we have utilized the new term 'eruptive elastolysis'. We interpret the collagen abnormalities as a secondary reparative or scarring phenomenon, in common with some cases of anetoderma5. Diuretic-induced deterioration in kidney function in patients with renal disease is usually due to fluid depletion. We report a patient with membranous glomerulonephropathy treated with frusemide, whose kidney function rapidly deteriorated and who was found to have acute interstitial nephritis. We think this was probably caused by frusemide and wish to draw attention to it as a potentially reversible cause of renal impairment. In particular, it should be considered when renal failure is progressing more rapidly than expected.
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Case report A 51-year-old woman who worked as a shop assistant complained of bilateral ankle swelling for three years. She had been taking diuretics intermittently, Figure 1 . Glomeruli in renal biopsy displaying mild rmesangial hypercellularity together with very early widening ofthe peripheral loop8. Inset 8how8 the subepithelial deposits (arrows) characteristic of a membranous nephropathy.
(H&Ex 160 with inset x 12500; reduced 430/1) but on presentation was on no regular medication and denied analgesic abuse. There was pitting oedema of both ankles, but no sign of cardiac failure or venous stasis. She was normotensive, blood pressure 130/75 mmHg, with plasma urea 4.6 nmol/l and creatinine 58 jmol/l, and her urine contained + albuminuria. Three months later her plasma creatinine was 88 j.mol/l, and she had albuminuria + + +, with a urinary protein excretion of 2.1 g/24 hours, and serum albumin was 38 g/l.
Renal biopsy showed an early membranous nephropathy (Figure 1 ) with subepithelial deposits (inset) correlating with granular deposits of IgG on the glomerular basement membrane. The ESR was 14 mm/hour, antinuclear factor and double-stranded DNA antibodies were negative, chest X-ray and lymphangiogram were normal.
She was given frusemide 40mg daily, and when seen as an outpatient 5 months later her renal function had deterioriated, with a serum creatinine 384 jLmol/l. The blood pressure had increased to 140/95 mmHg, there was no clinical evidence of fluid depletion, and the urine contained two white cells per high power field with no growth on culture. There was no fever, rash or eosinophilia in the peripheral blood. Renal biopsy showed a more marked membranous nephropathy, indicating progression of the lesion. The most significant change, however, was the appearance of extensive interstitial fibrosis and a diffuse chronic inflammatory cell infiltrate The Royal Society of Medicine
